Introduction
Numerous causes of congenital duodenal obstruction are recognized,' the commonest being malrotation of the midgut. Here, peritoneal bands pass across from the colon to the duodenum, gallbladder, liver and kidney. These bands may themselves produce duodenal obstruction, but peritoneal band obstruction in the absence of malrotation is rare.
Cases of intestinal atresia, and small bowel volvulus, have been reported in siblings,2'3 but extrinsic duodenal obstruction has not. Herein we report such an occurrence, in two brothers, who both suffered from long-standing halitosis.
Case reports
Case I
A 15 year old boy presented with a one day history of vomiting both blood and recognizable food, but not bile. On examination he was dehydrated, pale and thin. His abdomen was distended and a succussion splash was elicited. Plain X-rays demonstrated duodenal obstruction ( Figure 1 ).
Since the age of 21 he had had numerous admissions for epigastric pain and vomiting. At the age of 4 a barium meal had shown delay in gastric emptying and he had been diagnosed as having abdominal migraine. One year prior to this admission he had been admitted with a large haematemesis. A gastroduodenoscopy had been normal and a further barium meal had confirmed the previously documented delay in gastric emptying (Figure 2 ). At that time, gastric acid studies revealed high levels of both 'basal' and 'peak acid' output; 14.2 mmol (normal: 0-4 mmol) and 72 mmol (normal: 8-40 mmol) respectively. He had thus been treated with high doses of histamine-2 antagonists and metoclopramide. His mother commented that he had always had bad breath. He had been a number of times to the dentist, who could find no cause for this.
On this admission a laparotomy was performed at which the duodenum was found to be extrinsically obstructed by peritoneal bands across the second and third parts. A large bore tube was passed to the duodenojejunal flexure to exclude . The high levels of acid secretion in case 1 are in the range seen in the Zollinger-Ellison syndrome, and have been described in cases ofpyloric obstruction (possibly resulting from antral distension which causes gastrin release). 5 Extrinsic duodenal obstruction is classically seen in infants and children with malrotation with or without volvulus. The duodenum is either obstructed by the abnormally rotated mid-gut twisting upon itself, or by peritoneal bands (Ladd's bands). Strangulation of volvulus of the mid-gut causes complete and persistent obstruction, though malrotation per se can cause symptoms at any age.67
In the absence of malrotation, as in these cases, extrinsic compression by peritoneal bands alone is rare, and though other congenital anomalies have been described in siblings,2'3 this is the first report of such an occurrence due to peritoneal bands.
Other causes of extrinsic obstruction include annular pancreas, hydronephrosis, renal and choledochal cysts or the superior mesenteric vessels.' Duodenal obstruction from these causes is usually incomplete and intermittent, presenting with vomiting which may or may not contain bile.
In chronic intermittent obstruction, barium studies will demonstrate a malrotation and determine the position of the duodenojejunal flexure. The normal flexure lies to the left of midline and if seen lying over the spine, or to the right, implies a degree of malrotation of the proximal loop of the mid-gut.7 In both cases the duodenal flexure was normally positioned. However, the barium studies did show diagnostic features in both brothers.
Chronic halitosis should not be dismissed, and we conclude that in vomiting children, the onset of halitosis should be an indication for a barium meal examination. 
